We have read the article published by Luo et al 1 with great interest. Briefly, they have evaluated the differences between coronary artery aneurysm (CAA) and coronary artery ectasia (CAE). Coronary artery aneurysm has been defined as coronary artery segment exceeding the diameter of the normal adjacent coronary segment by 1.5 times and involving less than a third of the total length of the vessel. The CAE has been defined as a diffuse dilatation exceeding more than a third of the coronary artery length, with the diameter of the ectatic segment 1.5 times greater than that of the adjacent normal segment. They have found that CAA more commonly coexists with CAD than CAE, and the modified Gensini index is higher in patients with CAA compared with CAE. They have also found that left anterior descending (LAD) artery is the most involved coronary artery in patients with CAA, whereas in patients with CAE, right coronary artery (RCA) was the most involved coronary artery. Additionally, smoking, hyperlipidemia, and family history of CAD are independent predictors of CAA but not CAE.
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The pathophysiology of CAE is still an important challenge in cardiovascular era. The major questions are where the atherosclerosis stands in the pathogenesis of CAE and whether it exists. Regarding the coexistence of CAE with other arterial or venous dilating diseases, we may state that the pathophysiology of CAE has certain steps that obviously differ from that of atherosclerosis. 2, 3 In the meantime, definition of CAA and comparison of contributing factors with CAE and atherosclerosis would make this challenge more complicated.
We believe that it is early to make such a comparison by defining CAA. It is well known that the prognosis of CAE is better than stenotic coronary artery disease but it also carries considerable risk for cardiovascular events. Regarding the higher rate of vessel stenosis and Gensini score, we may assume that symptoms indicating coronary angiography might have come from the stenotic coronary lesions in the CAA and from the ectatic coronary lesions in the CAE group. Indeed, definition of CAA (less than onethird of vessel) calls less severe form of CAE already. Therefore, we believe that the predominance of atherosclerosis in CAA compared to CAE is due to the definition of study groups rather than the differences in the pathophysiology.
